eponym to several diseases, notably the Sturge-Weber and the Osler-Weber-Rendu syndromes. He was fascinated by rare skin diseases, and some idea of his prodigious knowledge of the literature may be gained from the fact that on one occasion, when he stood up at the Royal Society of Medicine and admitted that he had never heard of the syndrome under discussion, there was tumultuous applause, acompanied by cheers and stamping of feet. It is a reflection of our increasing knowledge that the particular syndrome under discussion was Turner's syndrome, nowadays well-known to most medical students.
The dermatology textbooks which Weber would have read as a medical student in the 1880s were very keen on the idea that many dermatoses were caused by dietary factors (2) . The great Jonathon Hutchinson of The London Hospital for example believed that leprosy was due to eating rotten fish, despite the fact that leprosy was endemic in several regions where fish was rarely eaten, and the lepra bacillus had been discovered some years previously, in 1873 (3) .
Other physicians swallowed equally fishy stories. Radcliffe Crocker, of University College Hospital for example believed that atopic eczema was caused by irritation of the gastrointestinal tract, especially by fermentable foods such as bread, beer and pastry. These gastric irritants were thought to produce reflex derangement of the nerve centres, with consequent dilatation of the skin capillaries (2) .
Dermatologic gullibility was not confined to London however. Anderson (17) (18) (19) .
Many of these deficiency states have increased our knowledge of intermediary metabolism. Animals fed only on dried eggs, for example develop alopecia and a scaly dermatitis which resembles seborrhoeic dermatitis (20, 21) . Biotin deficiency in man also causes dermatitis (22) and in the period of austerity of the 1940s some babies with severe seborrhoeic dermatitis apparently responded well to biotin therapy (23) .
Overt biotin deficiency is rare, because the dietary requirements are so small that a biotin deficient diet is usually incompatible with life. Occasional cases of biotin deficiency with alopecia and dermatitis after prolonged parenteral feeding have been reported (24) and one otherwise healthy male eccentric managed to become biotin deficient by living largely on wine with a raw egg in each glass (25) . Egg whites contain avidin, a glycoprotein which binds to any small quantity of biotin in the diet and inactivates it.
Biotin is necessary as a co-factor for the activity of several carboxylases, and multiple carboxylase deficiency can be inherited as a genetic disorder (26) . Children with this defect are bald, but they grow hair if they are given large doses of biotin. The alopecia of biotin deficiency may respond to dietary fatty acids (27) . Carboxylases are required for normal keratin formation and veterinary surgeons nowadays give biotin supplements to help pigs and horses to make better hooves (28 (32) . This was characterized by photosensitivity, fragile skin, scleroderma, hypertrichosis and painless arthritis.
6. Allergic reactions Urticaria is often due to immediate hypersensitivity to an ingested food allergen, but contact urticaria due to food is less common (33) . In this condition the urticaria often occurs around the lips, often in a child with atopic eczema, and may be accompanied by vomiting of the ingested allergen.
A more complicated allergic reaction is the gluten enteropathy which is associated with dermatitis herpetiformis. If gluten is strictly avoided for many months and the bowel completely recovers, the dapsone requirements decrease, and the skin disease may even go into complete remission (34 (41, 42) . This effect is thought to be mediated by the inhibition of production of cholesterol alpha-oxide, a carcinogenic steroid which is produced by the ultra-violet irradiation of skin.
DIETARY MODULATION OF DERMATOSES
'Should I be on a special diet, doctor?' is probably second only to 'Could it be due to hot blood?' as a question guaranteed to provoke a dermatological sigh. The history of dermatology is littered with the corpses of discarded dietary hypotheses, some of which still stir feebly. Several Another minefield is the use of exclusion diets for the treatment of atopic eczema (45) . Women's magazines generally seem to have more success with this than dermatologists, and a recent survey showed that more than 70% of children with atopic eczema had excluded eggs, dairy products etc from their diet before attendance at hospital, but less than 10% had noticed any benefit (46) .
Dietary fat supplements were widely used in the 1930s and 1940s to treat atopic eczema, which was in those days fairly intractable, but they fell into desuetude when topical steroids were introduced. Several groups have recently shown that oral evening primrose oil, which contains fatty acids, has a beneficial effect in eczema (47) (48) (49) (50) . Some atopic patients have low levels of essential fatty acid metabolites such as dihomogammalinolenic acid in their plasma (51) , and evening primrose oil is particularly rich in the precursor of this compound, gamma-linolenic acid. An analysis of some recent large trials has shown that there is a correlation between the clinical improvement and the increase in essential fatty acid metabolite levels after treatment with the evening primrose oil (50) . The exact mechanism is not yet known, although it seems very likely from animal experiments that dietary essential fatty acids modulate the metabolism of the eicosanoids (prostaglandins, leukotrienes and thromboxanes) to reduce inflammation and itching. Essential fatty acids also have a direct structural role in the epidermal barrier layer, and it is possible that a defect in the water barrier layer could account for the dry skin which is such a prominent feature in many atopic eczema patients. These ideas have been discussed in more detail elsewhere (52, 53) .
